INTRODUCTION
The production of male lambs intensively fed indoors on concentrates causes several problems. Feeding large amounts of high starch diet to lambs results in a high rate of propionic fermentation in the rumen. This trend produces inadequate carcasses which often exhibit coloured oily subcutaneous fats (Garton et al, 1972;  Mol6nat and 0rskov et al, 1975; Busboom et al, 1981) . ). In another connection, compensatory growth adjustments take place when lambs are able to govern their own apetite (Andrews and 0rskov, 1970; Ferrell et al, 1986; Turgeon et al, 1986) . The regularity of the growth curve consequently depends on growth rate in the post-weaning stage as lambs enter the feed-lot. Water retention in tissues and intensive protein anabolism could result if this adjustment occurs later in the finishing stage, ie when lambs have reached up 30% of their live weight at maturity and when lipid deposition is normally increasing. These 2 events could conflict with building up good quality fat deposits.
Therefore growth rate always depends on the starter diet provided during the transitory post-weaning stage ' if markedly de- pressed growth appears at the outset of this stage, compensatory growth could take place later. This starter diet must provide medicinal protection for stressed lambs and offer an easily convertible energy substrate. This is necessary since these lambs are temporarily confronted with a deficient energy intake. In most cases, it leads to delayed growth or even to weight loss (B6n6vent, 1971 ; Lane and Albrecht, 1991) . in this instance, the starter diet must also compensate the lack of efficiency of the enzymatic gut system, which at this stage is still underdeveloped, particularly as regards starch digestion (Leat and Harrison, 1975) . During this stage, the use of dietary medium chain fatty acids to supply energy demand showed a high level of efficiency with monogastric animals (Frost and Wells, 1981; Benevenga et al, 1989; Cera et al, 1989 for piglets; Jensen et al, 1986 , for infants). Regarding preruminant lambs, Aurousseau et al (1973) have suggested that the introduction of coconut oil in a milk-replacer diet has a direct effect on growth rate. They also noticed a remaining effect on fatness qualities in these lambs if the latter were weaned and fattened indoors. Sutton et al (1983) reported a reduction of the butyric, isobutyric and isovaleric acid contents in the ruminal fluid induced by coconut oil fatty acids. It is known that these volatile fatty acids are inductors of odd and branched subcutaneous fatty acids (Garton et al, 1972) . In coconut oil, lauric acid is well distributed. In addition, with its immediate hepatic energy use, it can be transformed into myristic and palmitic acids by elongation of the carbon chain (Christie, 1981) . It could then improve fat hardness as palmitic acid is poorly sensitive to fat cells desaturase activity (Wahle, 1974) . Bozzolo et al (1991) (1971, 1972, 1973 (Bozzolo et al, 1992) :
with Pi and P(i+1 ) > being 2 successive live-weights, r the correlation coefficient between them, and b the allometric coefficient throughout the entire period of fattening.
The second group was investigated by sampling rumen fluid randomly taken from 6 lambs in each group via a stomach vacuum pump at 20, 50 d of fattening and at slaughter. Analysis of the volatile fatty acid content (VFA% in mol) was performed by gas chromatography according to Jouany's procedure (1982) (Bozzolo et al, 1991) . ).
This difference was more pronounced for the light lamb class in the summer trial (+ 233% vs + 69% in winter) but not for the heavy animals (-13% in summer vs + 50% in winter). A possible explanation is that the medium-chain fatty acids in the diet (37% total FA constituents or 2.2% DM, essentially in lauric acid form) are used as a high-energy fuel. Moreover, they may improve the amino acid balance as reported by several authors for monogastric animals (Benevenga et al, 1989; Cera et al, 1989; Mahan, 1991) and for preruminant lambs (Aurousseau et al, 1989 (Beede and Collier, 1986) . Then the cortisol/ progesterone balance could interfere with insulin implication in lipogenesis. In chronic thermal heat stress, the lower concentration of cortisol and inversely the higher level of progesterone induce insulin resistance in the peripheral tissues (Guesnet and Demarne, 1987) (Wahle, 1974) .
In 
